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Effect of saikosaponin a on expression of inflammation in rats after acute spinal cord injury
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Abstract Objective: To investigate the effect of saikosaponin a on the expression of TNF-o and IL-6 in the early stage of acute spinal
cord injury in rats. Methods: Thirty SD rats were randomly divided into sham operation group, simple injury group, saikosaponin a 5 mg / kg
group, 10 mg/kg group, 20 mg / kg group, respectively. The acute spinal cord injury model was made by modified ,Allen’s heavy blow
method. The rats in the injury group were injected with normal saline only, and the drug groups were intraperitoneally injected with the
different dosages. All the animals were sacrificed at 24 h after the operation. The spinal cord of the injured segment and the vena cava sera
were taken for 10 mm and 2 mL, respectively. The levels of TNF-oand IL-6 in the spinal cord tissue and serum were detected by ELISA.
Results: TNF-a and I1.-6 in the spinal cord tissue and serum of the rats in the pure injury group were higher than those in the sham group
(P <0.05). The levels of TNF-aand IL-6 in spinal cord tissue and serum of rats treated with saikosaponin a 5 mg/kg, 10 mg/kg and 20 mg/kg
were lower than those of the pure injury group, and the difference was statistically significant (P < 0.05). The expressions of TNF-a and IL-6
in the spinal cord tissue of rats treated with 10 mg / group and 20 mg/kg group were lower than those of 5 mg/kg group (P<0.05), there was no
significanf difference between 10 mg/kg group and 20 mg/kg group(P>0.05). The levels of TNF—a and IL-6 in serum of rats treated with 20
mg/kg were lower than those of Smg/kg group (P<0.05). but there was no significant difference between 10 mg/kg group and 20 mg/kg group
(P>0.05). Conclusion: Saikosaponin a could reduce the secondary immune inflammatory response by affecting the early expression of
inflammatory factors to improve the body’s immune function in acute spinal cord injury. The10 mg/kg group is superior to the other groups,
and the drug may partially pass through the spinal blood barrier.
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Fig3 The levels of inflammatory factor TNF—« in the rat serum
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